?R-CAREY COOMBS infection was seen varied from 3! to 14, and averaged 8. In only six, at the most, did the cardiac symptoms precede other rheumatic phenomena.
The pathology of rheumatic carditis presents four salient points. First, it is a carditis; for example, in my four autopsies the endocardium and myocardium were inflamed in each instance, and the pericardium three times.1 Second, the rheumatic infection is blood-borne, and attacks the heart just as it would any other organ, by way of its own special nutritional blood supply, in this instance the coronary arteries. That this is so is suggested by the simultaneous invasion of all three layers of the cardiac wall and by the position of the lesions, periarterial in the muscular and primarily subendothelial in the serous layers. Further, acute arteritis and other infective lesions may be met with in the coronary arteries in rheumatic carditis. In In the fourth case there were similar myocardial and valvular changes, but in addition there were lesions of the pericardium, which during life had notably altered the physical signs from those already described. The modifications which may thus arise from special types of inflammatory change in the serous layers remain to be outlined.
In both endocardium and pericardium the reaction to rheumatic infection may for convenience' sake be divided into three stages: the acute, the recurrent, and the cicatricial. It is with the first two that childhood is mainly concerned. In the pericardium (to consider the first) there is a more or less acute reaction to the first invasion, which occurs, of course, by way of the coronary circulation ; as this subsides the fibrin which has been thrown down is partly reabsorbed There is no space here for a discussion of the prognosis or of the lines of treatment. The object of the paper is to show that for the production of those signs which are met with in the great majority of cases of rheumatic carditis in childhood it is quite unnecessary to blame the valves or the pericardium ; the myocardial changes which are always present are enough to account for everything. There are, however, modifications of the fundamental clinical picture due to special types of inflammatory change in the serous layers. Of these the commonest arc aortic incompetence and recurrent pericarditis, which, I may add, not infrequently coincide in the same patient.
